A higher incidence of oral lesions has been reported in patients with Crohn's colitis than in those with ulcerative colitis and in normal controls (Basu et al. 1975) . The oral lesions are histologically similar to the bowel changes seen in Crohn's disease, and they show a tendency to develop when bowel disease is active. The incidence of oral lesions in Crohn's patients does not, however, correlate with serum values of hamatinics, and since parotid IgA secretion is reduced with increasing activity of bowel disease the suggestion has been made that local immunological mechanisms may be responsible for the development of the oral lesions.
Lymphocytes from patients with Crohn's disease release potentially tissue damaging biological mediators when they are allowed to interact with enterobacterial extracts, especially extracts from E. coli (Shorter 1974) . Further E. coli can frequently be isolated from the mouths of patients receiving antibiotic and immunosuppressive therapy (Brown et al. 1973) The precise reason for the presence of enterobacteria in the mouths of the individuals examined is not clear. It may be related to treatment with antibiotics and steroids, as most of the patients from whom these bacteria could be isolated were taking such drugs at the time of examination or had done so in the recent past. It is also possible thiat in some of our patients the presence of oral E. co i was related to their regular attendance at the follow-up clinic, since E. coli have been isolated from the hair of 20% of groups of inpatients, medical and nursing staff of a hospital (Summers et al. 1965) . 'Natural' IgA class antibodies may play a role as Ecological determinants by influencing selective bacterial adherence to oral epithelial surfaces (Gibbons & Van Houte 1971 , Williams & Gibbons 1972 . Reduced production of parotid IgA in patients with active Crohn's disease of the bowel (Basu et al. 1975 ) could then explain the presence of E. coli in the mouths of such patients.
Lymphocytes from patients with colitis release MIF when they are exposed to both phenolwater extracts of E. coli 0119:B14 (Watson & Matrucci 1973) and the E. coli related Kunin antigen (Bull & Ignaczak 1973 , Bartnick et a!. 1974 , as do lymphocytes from some normal controls. Thus Shorter (1974) 
